abstract Background: Palatal myoclonus (PM) is the hallmark of hypertrophic olivary degeneration (HOD); however, little is known regarding the association of thalamic lesions and PM. Case presentation: Here, we report a case of deteriorative PM after an acute small ventrolateral thalamic hemorrhage in a female Chinese patient with HOD. The sudden and severe deterioration of PM was preceded by at least 10 days of an occasionally occurring PM, which was related to an acute cerebellar hemorrhage 8 months earlier. A computed tomography scan upon admission showed a small intracerebral hematoma in the left ventrolateral thalamus, and a magnetic resonance imaging scan revealed the typical signs of HOD as well as a remote lesion in the dentate nucleus. Symptoms of PM were controlled by carbamazepine and clonazepam. Conclusion: These findings indicated that the damaged dentatothalamic tract might be due to a unique pathogenic mechanism involving a lesion of the ventrolateral thalamus and Guillain-Mollaret triangle.
Introduction
Hypertrophic olivary degeneration (HOD) is a degenerative disorder that occurs due to lesions in the dento-rubro-olivary pathway Furthermore, carbamazepine may be effective for special PM treatment.
Case
A 66-year-old female woke up with a severe palatal tremor and was admitted to our hospital just after 11 h a.m. The presence of an occasional palatomyoclonus had been noted for at least 10 days (without any discomfort, except that caused by appearance). Eight months prior to the occurrence of the palatal tremor, the patient had suffered an acute hypertensive hemorrhage involving the left cerebellum. Fig. 2A, B) . On susceptibility-weighted images (SWI), the remote hemorrhage of the left dentate nucleus was more visible than that on the T2-weighted FLAIR images (Fig. 2C, D) . The patient's PM symptoms were controlled with oral clonazepam (2 mg, two times a day) and carbamazepine (0.2 g, three times a day). Furthermore, the correlation between PM and thalamic lesions has rarely been reported.
Cerrato et al. reported a case in which PM
followed a lateral thalamic infarction in the absence of a brainstem or cerebellum lesion.
They hypothesized that the influence of the lateral thalamus on the red nucleus was located in the upper mesencephalon [5] . Anatomically, the ventral oral posterior nucleus receives input from the dentate and red nuclei via the dentatothalamic tract and projects to the motor cortex [6] . Unfortunately, little research has been Acute thalamic hemorrhage may be one of the major causes of PM deterioration;
however, we could not confirm whether the dentatothalamic tract fibers were damaged anatomically. It has been shown that decreased central tegmental tract volume away from the site of the inferior olivary lesion in HOD can be detected by diffusion tensor imaging (DTI) and fiber tractography [7] . Unfortunately, our DTI scans failed to detect the lesion due to severe involuntary movements of the head arising from PM deterioration. DHM conceived of the study, critically revised the manuscript for important intellectual content, and supervised the study.
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